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In his case the author believes to find a cause in dilatation of the 
veins of the lower limbs FRANKEL- 

Contributions to the Pathology of Progressive Pseudo- 
Hypertrophy and Muscular Dystrophy. Schultze (loc. cit). 

A review of eleven cases of muscular dystrophy, especially of the 
pseudo-hypertrophic type, which came under observation in the clinic of 
the author. In five cases the disease showed plainly the family char¬ 
acter, occurring once in three brothers (two twins) and another time in 
two brothers. The disease began in the twins at the same time and had 
a different course, showing plainly the relationship of the different 
clinical forms of dystrophy. While one of the cases was the classical 
picture of a pseudo-hypertrophy, there was in the other a general 
atrophy, including some muscles of the face. 

Two cases represented the form of juvenile dystrophy. 
Regarding the muscles involved, the masseters were affected 

twice, once there was macroglossia, once the first interossei of both 
hands were atrophied, once hypertrophy of both scaleni antici majores. 
Once, a very rare occurrence, an extensive hypertrophy of the hand 
muscles. The electrical reactions proved normal in all the cases, ex¬ 
cepting a partial De R. of the right deltoid in one case. As other points 
of clinical importance the author noticed a weak fixation of the caput 
humeri in the glenoid cavity and constriction of the deltoid muscles be¬ 
low the acromion. 

Mentally, no marked changes were observed. Abnormalities of 
the skull and skeleton are to be seen quite often. FRANKEL. 

Paralytic Dementia.—Henry J. Berkely (Journal of Insanity, 
January, 1895) reports on the pathological investigation of a compara¬ 
tively recent case of paralytic dementia ; that is, one that died in a com¬ 
paratively early !stage of the disease. He found no inflammation, but in¬ 
dications of the vascular origin of the trouble. He construes the course 
of the disease as follows : 

1. A period in which the nerve structures begin to receive an in¬ 
sufficient supply of nutrient material from the blood, and in which the 
more active and recently acquired mental functions begin to fail ; to 
which is added a certain degree of irritability, both muscular and mental. 

2. A period in which the loss of nutrient material has become so 
pronounced that the starving tissues begin to feed on themselves; dis¬ 
turbed cellular metabolism results, which is clinically shown in the in¬ 
creased motor excitement and motor grandiose ideas. 

3. A period in which the nutrient supply is so diminished and the 
tissue changes have become so far advanced that there is actual disinte¬ 
gration of the nerve cell and beginning overgrowth of the support sub¬ 
stance, the stage of terminal dementia, and pronounced muscular 
paresis. _ PHELPS. 

Restitution of Pathologically Changed Ganglionic 
Cells.—Proceedings of the Section of Nervous and Mental Disease of 
the Fifth Congress of Russian Physicians in remembrance of Pirogoff. 
I.ubinow (Newrologiczeski Wiestmik, 1894, p. 113). 

L. starved a dog for a period of ten days in such a manner that it 
lost from 20 to 30 per cent, of its bodily weight. Then a trepanation 
was performed, a small piece of brain tissue removed and examined. 
Then the animal was fed again so as to make it return to its normal con¬ 
dition. In the period of refeeding pieces of brain tissue were removed 
for examination four, six and one-half and eight weeks after the end of 
the starvation period, and each time a new trepanation opening was 
made. 

The specimens were hardened in two per cent, potass, bichrom., 
and staiued with carmine hematoxylin, Ehrlich’s mixture and Merkel's 
mixture. 
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In the piece removed at the end of the starvation period the fol¬ 
lowing changes were observed : 

Distinct transformation of the cell-protaplasm, part of which has 
disappeared altogether. The nuclei are badly (pale) stained. Around 
the numerous cells are leucocytes, which in some instances have en¬ 
tered the cell, thus filling the vacancies left by the disappearance of the 
protoplasm. The nuclei of the leucocytes are of a color similar to that 
of the protoplasm of the nerve cell. Size and shape of the leucocytes 
vary greatly; sometimes two or three nuclei are seen in them. 

After refeeding of four weeks' duration, when the animal had re¬ 
turned to its normal physical condition, the brain tissue presented the 
following changes: 

Signs of further decay and atrophy of cells. Of some cells only 
the nuclei are left, in others a narrow border of protoplasm is seen 
around tlie nucleus. The nuclei are now intensely stained and coarsely 
granulated Sometimes nothing remains of the cell; its original position 
is marked by a vacuum. The number of leucocytes is increased ; they 
are situated sometimes in the remaining protoplasm of the nerve cell, 
crowding the nucleus of the latter towards the periphery. Occasionally 
the nucleus is kidney shaped, in which case the leucocytes.is situated in 
the “ hylus.” Sometimes the granula of the nucleus (of the nerve cell) 
are so coarse as to entirely hide the nucleolus from sight Generally the 
protoplasm undergoes further retrogressive changes. The nucleus, after 
having gone through the described alterations, either returns to the 
normal state or perishes. 

After six and one-half weeks of refeeding the following conditions 
were present : Around the necleus a finely granulated and deeply stained 
protoplasm begins to accumulate ; sometimes one sees the latter bulge 
out in the shape of sprouts. There are fewer leucocytes around the 
nucleus ; none are seen around the protoplasm of the cells. 

After eight-weeks’ refeeding the cells approach more nearly to the 
normal condition with the exception of the development of the proto¬ 
plasmic processes, which still remain rudimentary. 

Once the author by accident succeeded in seeing proliferation of a 
cell. 

L. recommends that in studying the anatomical condition in cases 
of nervous and mental diseases the principal endeavor should be to find 
out the cause of the changes observed instead of only describing these 
latcer, as by finding out the cause a regeneration of decaying nerve ele¬ 
ments—that is, a cure of the disease—may be hoped for. 

ONI’F tONUFROWICZ.). 

CLINICAL. 

Akinesia Algera.—Erb (Deutsche Zeitscln. f. Neivenheilk., 
Vol. V., p. 6). 

Erb. in this article, continues the history of a remarkable case of 
akinesia algera published in the same journal tiwo years ago. The 
patient was a man who for twenty-two years had been a sufferer, and 
who for fourteen years had to preserve a strictly horizontal position in 
order to avoid ‘symmetrical” paiu He could not read, he could not 
tolerate being read to, and three or four words at one time was all that 
could be spoken to him at once without bringing on the pain. Mentally, 
he had remained fresh and clear and in a continuous and flowing manner. 
Under the influence of assurance and therapeutic measures directed to 
the heart and vascular system and the general nutrition, there was a 
marked improvement in the increased tolerance to hear speech, espe¬ 
cially if it was not continuous. He was terribly frightened when people 
spoke quickly. There was no improvement in the general condition, and 


